Transient global amnesia (TGA) is an acute neurological syndrome characterized by sudden-onset global (anterograde and retrograde) amnesia, without compromising other neurological functions. This clinical condition lasts up to 24 h with whole restoration. Several causes have been proposed as responsible for it. Among these, acute myocardial infarction (AMI) was reported as a rare cause of TGA. Sympathetic hyperactivity occurring too early in AMI seems to induce vasospasm, responsible for venous cerebral congestion acting on hippocampal and temporal structures and consequent memory loss. A rare case of TGA as precocious display of subsequent AMI was described.
Introduction
Transient global amnesia (TGA) is a wellrecognized clinical syndrome showing as sudden-onset temporary loss of anterograde and recent retrograde memory and impaired ability to retain new information. It evolves towards a complete recovery of prior neurological status within 24 hours, without compromising the other neurologic functions. 1 Its pathogenesis is not well known but, venous congestion, migraine, arterial ischemia or epilepsy are proposed as frequent causes of TGA. 2 Another cause is an increased sympathetic hyperactivity, likewise to stress (or Takotsubo) cardiomyopathy. 3 The etiology of TGA generally depends on triggering events, such as sexual intercourse, cold water contact, temperature changes, physical exertion or, seldom, acute myocardial infarction (AMI). In these circumstances, patients suffer from impaired autonomic function characterized by a sympathetic hyperactivity, leading to an increased central venous return, with retrograde high-pressure venous flow to hippocampal region and diencephalic structures. 4 In fact, clinical and experimental data show that hippocampal neurons are involved in the process of memory. Lesions to this area produce a significant memory impairment that can be responsible for TGA. 5 In this report, we refer to a case of inferior AMI chiefly displayed as TGA.
Case Report
A 64-year-old man was admitted to Emergency Department of S. Maria of Loreto Nuovo Hospital for sudden onset of memory loss and confusion. The patient was disoriented in regard to time and place, but he did not remember his name and did not recognize the family members. Besides agitation with repetitive queries, no other symptoms were reported. Upon examination, no focal neurologic signs were detected. Particularly, transient cerebral ischemia, migraine, and epilepsy were excluded but, on the basis of clinical symptoms and negative results of an urgent computed tomography of the brain, a diagnosis of TGA was established. Although the patient did not indicate chest pain at admission, he was subsequently admitted to the Intensive Care Unit for several episodes of angina pectoris, approximately appeared after 8 hours from Transient global ischemia and myocardial infarction hospital admission. In agreement, cardiologic evaluation, including electrocardiogram (EKG) and dosage of cardiac troponin I, were normal. However, after 12 h, troponin I serum concentration was =2.5 ng/mL and second EKG disclosed mild ST-segment elevation in D II-DIII-aVF (Figure 1) , that led to the diagnosis of inferior ST elevation myocardial infarction. Coronary angiography later performed, disclosed a culprit occlusion of distal part of right coronary artery (Figure 2 ). Cardiac and clinical postinterventional course was uneventful and the patient was discharged from the hospital on the eighth day after admission.
Discussion and Conclusions
The incidence of TGA is approximately 3 to 10 people per 100,000 worldwide. It typically appears in patients between 50-80 years of age. Several hypotheses were suggested about the underlying cause of TGA, but none was unwary confirmed. Among these, such as cerebral ischemia, migraine, epilepsy and venous congestion, there has been great deal of conjecture but, at moment, there is no consensus as triggers of TGA. But TGA can also be reported as induced by AMI (acting as trigger of the cerebral syndrome). 6 In fact, patients with AMI are known to Case Report have impaired autonomic function. In particular, sympathetic hyperactivity has been shown to occur in the early phases of AMI. 7 Probably TGA during AMI depends on the block of venous return consequent to vasospasm induced by sympathetic hyperactivity that may allow brief retrograde transmission of high venous pressure to the cerebral venous system. In other words, cerebral vasoconstriction can result in changes in the cerebrovascular hemodynamics within the hippocampal region. Venous congestion with retrograde cerebral flow is another hypothesis for the pathophysiology behind TGA. One theory previously proposed by Lewis is that venous congestion causes disrupted blood flow to the thalamic or temporal structures with consequent memory loss. 2 Subsequently, Baracchini et al. supposed that TGA can be a consequence of a disturbance of venous hemodynamics. 8 Recently, a unifying hypothesis has been put forward by Winbeck et al. In that, TGA can result from transient ischemia of memory-relevant structures either from an arterial embolus or from venous ischemia. 9 Actually, among these hypotheses, cerebral venous dysfunction due to vasospasm seems to be more probable, even though it does not completely explain the symptoms of TGA and the other triggering causes were not clearly confirmed. But, the relationship between heart and mind in AMI inducing TGA is a rare and convincing connection between two organs. 
